Glomerulonephritis (GN) is a common extrahepatic manifestation of chronic hepatitis B virus (HBV) infection, affecting approximately 20% of patients from the Middle East and Far East Asia, where HBV infection is prevalent (1) Recent data
show that 30% of patients with HBV-related GN eventually progress to renal failure (2) . The major pathogenetic mechanism of HBV-related GN is immune complex deposits in the kidney, leading to destruction of the epithelial side of the glomerular basement membrane and eventually resulting in protein loss into the tubules. Although treatment strategies of HBV and membranous nephropathy are well established, there is still a lack of available data in patients who not respond well to primary intervention or who have failed to sustain the response.
A 48-year-old man was admitted with edema in his lower extremities lasting for 3 days while he was receiving interferon (IFN) plus lamivudine for 5 months. The biochemical and urine analysis revealed hypoalbuminemia (1.9 mg/dl), proteinuria (+++) (6.2 gr/day), and hematuria. On serologic examination, he had markedly elevated HBV surface antigen (HBsAg) and HBV DNA counts. He underwent a renal biopsy due to persistent proteinuria in the fifth week of admittance. Immunofluorescence (IF) examination of the renal biopsy pointed out a diffuse granular capillary wall and glomerular basement membrane thickening, with immune complex deposits along the glomerular capillary wall (Figure 1-3) . Viral antigen was also identified in the glomeruli by IF. Oral prednisolone, at a dose of 40 mg/day (0.6 mg/kg/day), was initiated, and after improvement in his clinical status and laboratory examination (decreased proteinuria, elevated albumin level), corticosteroid therapy was gradually tapered and terminated. At the 6-month follow-up, he was free of symptoms, and the urine protein loss decreased to 27 mg/day. Written consent was obtained from the patient. Overall remission and sustained remission rates of proteinuria by antiviral therapy are 60% and 50%, respectively (3). The primary outcomes of antiviral combined corticosteroid therapy are undetectable HBV DNA, normal ALT level, and disappearance of proteinuria. Panonsak et al. reported that the remission rate of proteinuria after corticosteroid monotherapy and antiviral monotherapy is 75% and 28.6%, respectively (4). Another meta-analysis by Zheng et al. determined that combined corticosteroid and antiviral therapy achieved a proteinuria remission rate of 89% (5). Also, Zheng et al. (5) showed that low-dose steroid therapy had similar beneficial effects in reducing proteinuria and elevating albumin as high-dose steroid therapy, without increasing the risk of viral replication. However, there are still limited data to compare combined antiviral-immunosuppressant therapy with antiviral or corticosteroid monotherapy.
